In an older person by far the most likely cause of shortlasting hemiplegia is a transient ischaemic attack, but other possibilities must be excluded.
CASE HISTORY
A man of 79 was brought to hospital having been found collapsed on the floor. He was aphasic and unable to give a history. On examination he had a right hemiparesis with hyperactive reflexes and an extensor plantar response on that side. There was expressive dysphasia but comprehension was spared. Pupils were reactive to light and accommodation and there were no cranial nerve deficits. Carotid pulsations were normal with no bruit.
A left hemisphere CVA was diagnosed provisionally, aspirin 300 mg was prescribed, and he was admitted to the ward pending a cerebral CT scan and the results of his blood tests. One hour later the nurses contacted the admitting physician to say that the patient's symptoms had fully resolved. Soon after that, the nurses contacted the physician to inform him that the hemiparesis had returned, but this time affecting the left side and sparing the right. The admitting team saw him again and confirmed that he now had a left-sided hemiparesis. At this stage, the blood results became available and revealed a blood glucose of 1.8 mmol/L. 100 mL 50% intravenous dextrose was given and the symptoms again resolved. In retrospect, the original resolution of symptoms had occurred after lunch on the ward. The patient, now able to give a history, confirmed that he had longstanding diabetes treated with glibenclamide 2.5 mg daily. He had taken two tablets that morning by mistake. A 10% glucose drip was continued overnight and he was discharged 24 hours later with normal glucose and no neurological deficits. The district nurse arranged for him to have his medications dosetted to avoid further drug errors.
Neither the casualty card nor the admission clerking indicated that an on-site blood glucose test had been done. A stroke proforma that requires documentation of such a test result has now been adopted.
COMMENT Neurogenic responses to hypoglycaemia, mediated by the release of adrenalin and noradrenalin, include palpitations, tremor, anxiety, hunger, paraesthesia and sweating. Neuroglycopenic symptoms, caused by neuronal dysfunction, include behavioural changes, confusion, fatigue, fits and coma. Focal neurological signs such as hemiparesis are a rare presenting feature easily mistaken for stroke.
In normal circumstances, hypoglycaemia is reversed by counter-regulatory responses, the most important of which is glucagon release by pancreatic alpha cells. Catecholamine release has a similar effect.
Elderly patients with diabetes mellitus seem especially prone to long-lasting hypoglycaemia, perhaps because their pancreatic alpha-cell function is subnormal 1 or because autonomic neuropathy results in a diminished catecholamine response. 2 Also, the response to hypoglycaemic medications is more pronounced and prolonged (glibenclamide, which has a half-life of 10-16 hours, has caused hypoglycaemia for up to 60 hours in elderly patients 3 ). Finally, elderly patients are at special risk of 'hypoglycaemia unawareness', missing the neurogenic signs so that the first manifestation of hypoglycaemia is neuroglycopenia, at which point they may be unable to take action. 4 The mechanism for hypoglycaemic brain injury is thought to be disturbance of cerebral energy metabolism. However, for localized effects such as hemiparesis, cerebral vascular spasm due to disturbed autoregulation seems a likely contributor. 5 With the new evidence favouring tight glycaemic control in type 2 diabetes mellitus, 6 hypoglycaemic episodes of all kinds will become more common. Vasculitis is a condition in which ventilation-perfusion scans can be falsely positive, with important clinical implications.
A man of 55 sought advice because of haemoptysis and dyspnoea. For several months he had been feeling unwell. He became severely hypoxic and a ventilation-perfusion (VQ) scan suggested a high probability of pulmonary embolism (Figure 1 ). Intravenous heparin was started. Microscopic haematuria and proteinuria were found on urine dipstick testing; renal function was abnormal (creatinine 320 mmol/L) and declined rapidly. The haemoptysis continued. Renal biopsy (with the patient off heparin) showed pauci-immune rapidly progressive glomerulonephritis. Serum was positive for anti-MPO-ANCA. A highresolution spiral CT scan of the chest revealed patchy ground-glass opacification and consolidation consistent with pulmonary haemorrhage (Figure 1b ) but not suggestive of pulmonary infarction. Small-vessel vasculitis involving the kidneys and lungs was diagnosed and he was started on methylprednisolone and cyclophosphamide together with plasmapheresis. Pulmonary symptoms and signs improved rapidly but he became dialysis dependent. 2 years later, with negative vasculitis markers, he had a successful renal transplant.
COMMENT
Pulmonary embolism is a common event that demands prompt treatment with anticoagulants. 1,2 V/Q lung scanning is the most frequently used aid to diagnosis, with high negative predictive value and sensitivity; its specificity, however, is less satisfactory (false-positive rate in the PIOPED study 14%). 3 Dyspnoea and haemoptysis are the usual presenting features of pulmonary embolism, 3 but in the present case the abnormal urine findings and deteriorating renal function raised the possibility of an alternative diagnosis. The combination of acute glomerulonephritis (haematuria, red cell casts, renal insufficiency) with pulmonary haemorrhage (as manifested by haemopytsis or pulmonary infiltrates) is characteristic of vasculitis. 4 In one report of 97 such patients, 48 were ANCA-positive, and most of them (like ours) had a pauci-immune glomerulonephritis with pulmonary capillaritis. 7 had both ANCA and anti-GBM antibodies; 6 had anti-GBM antibody disease alone; the remaining patients had various disorders including pulmonary embolism.
Causes of false-positives for pulmonary embolism in high-probability V/Q scans include previous embolism, 
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